Summary
Patients with anorexia nervosa may develop many physical and endocrinological complications. We wish to report two patients who developed soft tissue swelling of their hands and worsening of their peripheral vascular disease, evidenced by the appearance of acrocyanosis and Raynaud's phenomenon and more severe perniosis, following the onset of their anorexia nervosa.
Case reports

Case 1
This 40-year-oldwoman had always suffered from coldhands and chilblains affecting her toes during the winter months but in 1978 she became anorexic and her weight fell to 36.5 kg. In 1980 she developed dystrophic finger nails and soreness around the nail margins. Two years later she noticed a persistent blue discolouration and an enlargement of her hands and toes. The increased size not only prevented her from wearing her usual rings but also necessitated larger sized shoes and gloves. Since 1982 she also has suffered from Raynaud's phenomenon and more severe chilblains which now affect her hands and toes. The amenorrhoea persists. On examination she has large cyanotic coloured spade-like hands, podgy fingers and toes, together with periungual erythema and chronic paronychia affecting several fingers ( Figure 1 ). During the last winter there were between 10 and 15 chilblains on the fingers (Figure 2 ), several of which had ulcerated.
Case 2
A 21-year-old woman developed severe anorexia nervosa in 1982, her weight fell to 33.6 kg and she required intermittent hospitalization. From that time she has been amenorrhoeic and has complained of a constant swelling of her fingers which is worsened by cold temperatures and is then associated with pain. In addition she has had a persistent red/purple discolouration of her fingers, intermittent Raynaud's phenomenon after exposure to cold and worsening of the chilblains. On examination there is a podgy swelling and purple discolouration of the fingers and toes together with livedoid mottling of the dorsal surfaces of both hands and extensor surfaces of both feet.
Investigations in both patients included negative antinuclear antibodies, normal immunoglobulins and the absence of cryoglobulins. The coagulation screen and platelet function tests were normal in case 1. In case 2, the dilute Russell-viper venom time was prolonged, consistent with the lupus anticoagulant, the IgG anti-cardiolipin antibody was present and platelet aggregation studies showed spontaneous aggregation on stirring at 37°C. In both patients Doppler arterial studies were normal and basal growth hormone levels and responses to glucose tolerance and insulin stress tests were normal. Radiographs of the hands showed an increased thickness of soft tissue (Figure 3 ) but those of the calcaneus and skull were normal.
Histology of skin biopsies taken from the extensor surfaces of the proximal phalanges of the left index fingers from both patients showed similar features. There were marked Figure 3 . Radiographs of the hands of case 2 showing increased thickness of the soft tissues Table 1 . Mean changes in laser Doppler velocimetry flux readings compared to responses with isotonic (0.9%) saline telangiectasia within the papillary and superficial reticular dermis and a mild perivascular inflammatory cell infiltrate.
In order to try and elucidate the pathophysiology of the abnormal vascular behaviour in these patients we studied the histaminergic and peptidergic axes by measuring the responses to 25 Itl intradermal injections of saline, the vasodilatorscalcitonin-gene related-peptide 1 !tID, substance P 1 /lm, histamine 10/lg/ml, the mast cell degranulating agent compound48/80 10 Itg/ml and the vasoconstrictor o l agonist phenylephrine 10 /lg/ml. The results were compared with those obtained in two age-and sex-matched controls. All the studies were performed after the patients had equilibrated to an ambient temperature of21DC and constant humidity in an environmental chamber. Followingbaseline cutaneous blood flow measurements over the extensor surfacesofthe proximalphalanges ofboth hands using laser Dopplervelocimetry, the injections were administered and blood flow measurements over the areas of erythema or pallor wererepeated 2 min later. All the solutionswere made up in isotonic(0.9%) saline and therefore the changes were expressed as percentagechangescompared to saline (Table 1) . It is clear that the two patients do not increase or decrease their blood flow as much as the two controls. absence of excessive GH or insulin-like growth factor-1 production", The syndrome was called aeromegaloidism, It was thought to have been caused by the synthesis of a 70 000 KD molecular weight growth factor assayed by the colony formation of human erythroid precursors. It was detected in a GH-deficient child who suddenly started growing? and in patients who had acromegalic features but normal GH levels. We consider that our patients suffer from aeromegaloidism but have not been able to estimate their 70000 KD growth factor.
Both the patients noticed a marked deterioration in their peripheral vascular disease after the onset of their anorexia nervosa and it is interesting that oral nifedipine (60 mg daily) significantly improved their chilblains and Raynaud's phenomenon but had no effect on the acrocyanosis. On the other hand ketanserin 20 mg taken twice daily has improved the acrocyanosis in case 2. Both patients showed a reduced responsiveness to potent vasoconstrictor and vasodilator agents and taken together with the histological evidence of telangiectatic blood vessels in the dermis it might be that these patients have a persistent venoconstriction causing the acrocyanosis and in addition paroxysmal arterial vasoconstriction causing the Raynaud's phenomenon and chilblains. Further research is clearly required to elucidate the cause of the increased cutaneous reactivity to cold that occurs in patients with anorexia nervosa",
